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Abstract ;: Objective To observe the effect of Huachansu on the drug resistance of human liver cancer cells HepG2/
doxorubicin (ADM) and its possible mechanism of action. Methods HepG2 and HepG2/ADM cells were treated with
different concentrations of bufalin for 24 hours,and the cell proliferation inhibition rate was detected by MTT assay. The
half inhibitory concentration ( ICy, ) was calculated; Observing cellular morphological changes under an inverted
microscope ; The impact of drug accumulation experiments on intracellular drug accumulation; Western blot assay was
used to detect the expression of apoptosis related proteins Bel-2, Bax, Caspase-9, and Caspase-3. Results The results
showed that Huachansu can inhibit the proliferation of HepG2 and HepG2/ADM cells, with a resistance multiple of
4.67;As the concentration of Huachansu increased, the volume of HepG2/ADM cells decreased, the number of cell

wrinkled processes decreased, and the intercellular connections decreased; Compared with the drug resistant group,
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Huachansu can increase the accumulation level of doxorubicin in HepG2/ADM cells, upregulate the expression of Bax,

Caspase-9 ,and Caspase-3 proteins (P<0.05) ,and downregulate the expression of Bel-2 protein ( P<0.01) , promoting

cell apoptosis. Conclusion Huachansu can significantly inhibit the proliferation of HepG2/ADM cells, increase the accu-

mulation of ADM in cells,and its mechanism of action may be related to regulating the expression of Bel-2/Bax protein

and inducing cell apoptosis.
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